A 27 year old man was hospitalised because of disturbed consciousness on 11 Fcbruary 1985. He had had sore throat and a fever of 38'C for a week. On admission he was confused but followed simple commands. Bilateral abductor palsies, spasms of both masseters and the left orbicularis oris, and trismus were present. The deep tendon reflexes were bilaterally brisk with extensor plantar responses. He showed marked ataxia of the extremities. Meningeal signs were absent. On the second day, his extremities were markedly rigid, and dystonic postures, such as opisthotonus, were frequently observed. In addition to the bilateral impairment of upward and lateral gaze, conjugate downward spasmodic movements of the eyes (oculogyric crises) appeared. They consisted of slow tonic downward deviation of the eyes and dilatation of the pupils, each crisis lasting for several minutes (fig). They occurred spontaneously but could also be very easily induced by applying the noxious stimuli such as pinching. They were sometimes but not always accompanied by the exacerbation of the dystonic rigidity of the trunk and extremities. Adenine arabinoside 600 mg/day was started and continued for 10 days. Over the next three days he was stuporous, though trismus, masticatory and facial spasms, and dystonic rigidity subsided gradually. The initial hyperreflexia was replaced by areflexia. Tracheostomy was performed but artificial respiration was not required. On the seventh day, as his consciousness began to improve, he showed marked bulbar palsy and flaccid tetraplegia, though he communicated by blinking (locked-in syndrome). 365 Although the oculogyric crises also began to subside, they still occurred even at this stage; they finally disappeared on the eighth day. Rapid recovery followed, and his condition returned to normal by mid March. One year later he is well with no signs or symptoms of Parkinsonism.
Cerebrospinal fluid (CSF) obtained on the second day showed: xanthochromia; lymphocytosis, 60/mm3; total protein, 61 mg/dl; IgG, 5 2mg/dl; and glucose, 86 mg/dl. Electroencephalogram showed marked slowing of the background activity.
Brainstem auditory evoked potentials showed normal waves 1, 2, and 3, but waves 4 and 5 were absent bilaterally, suggesting a lesion in the upper pons. Computed tomographic scan and magnetic resonance imaging of the brain were unremarkable. Herpes simplex virus type I IgG immunofluorescence antibody titre in the CSF and serum were elevated to 1:2 and 1:160 respectively, both of which returned to normal later. Other viruses showed no remarkable elevation of the antibody titres. No virus was isolated from the throat and CSF.
Although the attack of dystonia and downgaze in the acute phase of this case might mimic what is sometimes called a pontine fit, the downgaze attack should be more accurately called the oculogyric crisis for two reasons: (1) the clinical feature was typical,' and (2) it was more prominent than dystonia and frequently occurred alone, independently of dystonia. The oculogyric crisis and dystonia are closely related with each other: both are known to be seen frequently in postencephalitic Parkinsonism 
